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What is inflammatory bowel 
disease? 
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THE TERM INFLAMMATORY BOWEL 

disease (IBO) refers to two inflam
matory disorders of unknown etiology
ulcerative colitis and Crohn's disease. 

In the majority of cases the clinical 
manifestations, anatomic distribution 
and pathological features make distinc
tion of the two disorders easy. However, 
when the disease is restricted to the 
colon, overlap in the clinical and histo
logical manifestations of the disorders 
makes distinction impossible in up to 10 
co 15% of cases. Are the two disorders 
manifestation of the same etiopatho
genic process, or arc they distinct dis
eases, with clinical and pathological 
manifestations overlapping because of 
the bowel's limited repertoire of re
sponses to damage? 

ULCERATIVE COLITIS 
Ulcerative colitis, first described 

in 1875 by Wilks and Moxon (l ), is 
characterized clinically by recurring 
episodes of bloody diarrhea and patho
log ical ly by diffuse inflammatory 
changes confined to the mucosa, and to 
a lesser extent to the adjacent submu
cosa, of the rectum and left colon in 
continuity. In about 30% of cases the 
entire colon is involved. The clinical 
manifestations vary depending on the 

extent of bowel involved and the sever
ity of the inflammatory response. In ap
proximately 50% of cases the clinical 
attack is classified as mild, 30% as mod
erate and 20% as severe. 

CROHN'S DISEASE 
In 1913 Dalziel (2) first described a 

number of patients with what was prob
ably Crohn's disease. Crohn, Ginsburg 
and Oppenheimer in 1932 (3) descri
bed the clinical features of what they 
called terminal ileitis. It soon became 
obvious that the disease was not con
fined to the terminal ileum and the 
name was changed to regional ileitis. In 
1960, Lockhart-Mummery et al ( 4) de
scribed granulomatous colitis affecting 
the colon. The name of the cl isease was 
then changed to Crohn's disease. 

Like ulcerative colitis, Crohn's dis
ease is a chronic inflammatory disorder 
of unknown etiology. In contrast to ul
cerative colitis the characteristic in
flammatory response is transmural with 
granulomas occurring in 30 to 60% of 
cases. The disease has a predilection for 
the terminal ileum but may affect any 
part of the gastrointestinal tract includ
ing the mouth and perianal region. The 
inflammatory process is usually discon
tinuous with diseased segments of 
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bowel separated by healthy segments 
(skip lesion). Small bowel or severe 
perianal involvement easily distin
guishes Crohn's disease from ulcerative 
colitis. However, when the disease is 
confined to the colon, differentiation 
between the two diseases may be impos
sible even after colectomy. These cases 
are referred to as 'indeterminate' colitis 
and have overlapping clinical and 
pathological features of both diseases. 
Many of the indeterminate cases were 
described in pathological specimens ob
tained at emergency surgery for acute, 
severe <lisease rather than specimens 
obtained at elective surgery. Perhaps 
severe disease blurs the disLinguishing 
characteristics of the two disorders. 
Nonetheless, milder forms of indeter
minate colitis are seen in nonresected 
specimens. 

DISTINGUISHING FEATURES 
There are a number of features that 

have proven useful in distinguishing ul
cerative colitis from Crohn's disease. 
Rectal sparing on sigmoidoscopy occurs 
ln 50% of Crohn's disease but is virtu
ally never seen in ulcerative colitis. 
Skip lesions on either double contrast 
barium enema or colonoscopy occurs in 
Crohn's disease but not in ulcerative 
colitis. In ulcerative colitis the inflam
matory response is diffuse and invari
ably involves the rectum and colon in 
co11Linuity. The mucosa is friable, 
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granular and hyperemic. In Crohn's dis
ease the mucosa may be thickened and 
cobblestoned with aphthous ulcers or 
deep round, linear or serpiginous ulcers. 
The lesions are often separated by rela
tively normal-appearing mucosa. 

Rectal biopsy may be helpful in dif
ferentiat ing the two disorders. The 
finding of discrete granulomas on colo
nic biopsy is highly suggestive of 
Crohn's disease. Unfortunately, this is 
seen in only 30 to 60% of biopsy speci
mens. In the absence of granulomas 
there are sti ll histological features 
which are of value in distinguishing ul
cerative colitis from Crohn's disease. In 
ulcerative colitis the inflammation is 
confined to the mucosa and, to a lesser 
extent, to the adjacent su bmucosa. 
There is marked depletion of goblet cell 
mucin, increased crypt distortion and 
frequent crypt abscesses. Patchy inflam
mation with preservation of normal 
crypt architecture and predominantly 
submucosal inflammation favours a di
agnosis of Crohn's disease. 

EPIDEMIOLOGY 
There is some similarity in the 

epidemiology of ulcerative colitis and 
Crohn's disease. Both disorders are 
worldwide in their distribution. The 
diseases occur most frequently in the 
developed countries of northern Europe 
and North America, with intermediate 
frequency in Central Europe, the Mid
dle East and Australia, and least fre
quently in Asia and Africa. The annual 
incidence of IBD worldwide is from five 
to 15 new cases per 100,000 population 
in countries where it has been studied. 

The ratio of ulcerative colitis to 
Crohn's disease varies from region to 
region but in most countries ulcerative 
colitis appears to occur more frequently 
than Crohn's disease. Since its first de
scription in 1875, the incidence of ul
cerative colitis has increased with each 
decade until the past three decades 
when it appears to have levelled off, 
with an annual incidence of four to 15 
new cases per 100,000 population and a 
prevalence of 44 to 117 cases per 
100,000 population. 

It seems difficult to believe chat cli
nicians of the early 20th century were 
unaware of the clinical manifestations 
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and pathological findings of Crohn's 
disease. Since Crohn and his colleagues 
(3) described the disease in 1932, the 
incidence of the disease has increased 
significantly greater than can be ex
plained by better diagnostic facilities 
and by differentiation of the disorder 
from ulcerative colitis and tuberculosis. 
In some countries, such as Sweden, the 
incidence of Crohn's disease now ex
ceeds that of ulcerative colitis. The an
nual incidence of Crohn's disease varies 
from a low of0.3 per 100,000 in Finland 
to a high of 13.5 per 100,000 in Minne
sota. The prevalence varies from 28 to 
108 cases per 100,000 population. 

Epidemiological data on IBD in 
Canada is scanty. Mendelhoff (5) 
quotes the incidence of Crohn's disease 
in Sherbrooke, Quebec, as 0.7 cases per 
l 00,000 population and the prevalence 
as 6.3 cases per 100,000. These figures 
are low compared with published data 
for other countries. Recently, Pinch
beck et al ( 6) described the incidence 
of Crohn's disease and ulcerative colitis 
in A lberta as 10 and six cases per 
100,000 population, respectively. The 
prevalence was 44 cases per 100,000 for 
Crohn's disease and 37.5 per 100,000 
for ulcerative colitis. 

Davis et al (7) estimated the inci
dence and prevalence rates of IBD in 
southern Alberta. The incidence of ul
cerative colitis in females was 1.8 per 
100,000 and in males 2.4 per 100,000, 
while the incidence of Crohn's disease 
in females was 6.5 per 100,000 and in 
males 3.1 per 100,000. The prevalence 
rate for ulcerative colitis was 22.4 cases 
per 100,000 population in females and 
24. 7 per 100,000 in males. The preva
lence rate for Crohn's disease was 63.7 
per 100,000 for females and 38.1 per 
100,000 for males. Depew et al (8), re
porting on the clinical presentation of 
Crohn's disease in southeastern On
tario, described a prevalence of 33.l 
cases per 100,000 population. More 
studies are obviously needed to docu
ment accurately the incidence of IBD 
in Canada. 

The ratio of males to females is ap
proximately equal, although women ap
pear to have a 30% increased risk of 
developing lBD when population 
groups are predominantly English or 

northern European. The three most re
cent studies from Canada suggest that 
there is a slightly increased incidence in 
the female population. 

The peak incidence of both diseases 
is between the ages of I 5 and 25 years. 
Both diseases appear to be rare below 
the age of six and the incidence of ul
cerative colitis appears co exceed chat of 
Crohn's disease in the first decade. In 
some (but not all) series, there is an 
increase in incidence between ages 55 
and 60 years. 

lBD is more common in whites than 
in nonwhites. Both diseases are more 
common in Jews, particularly in studies 
from the United States and Scandina
via. Studies in Israel suggest that the 
incidence in Jews born in the western 
hemisphere is higher than in Jews born 
in Israel. 

Approximately 18% of patients with 
IBD have family members with either 
ulcerative colitis or Crohn's disease, 
compared with 4% of controls. The ten
dency co have a relative with IBD is 
greater if the proband has Crohn's dis
ease. This familial aggregation of IBO is 
probably genetic rather than the result 
of a common environmental factor; 
however, to date no genetic markers 
have been found to support a genetic 
basis for IBD. 

POSSIBLE ETIOLOGY OF IBO 
Environmental factors are probably 

important in the etiology of IBD; how
ever, no convincing reproducible evi
dence has been found to propel into the 
limelight any one item as the etiological 
agent. Several studies suggest chat there 
is an increased risk of ulcerative colitis 
in nonsmokers and in former heavy 
smokers. The data for Crohn's disease 
indicate that individuals who smoke are 
at greater risk of developing that dis
ease. An intriguing association has also 
been seen between IBO and the use of 
oral contraceptives. Some studies show 
a significant increase in the incidence 
of ulcerative colitis and Crohn 's disease 
in oral contraceptive users whereas 
other studies have supported an associa
tion between oral contraception and 
Crohn's disease but not ulcerative coli
tis. It seems that the relative risk for oral 
contraceptive users developing either 
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ulcerative colitis or Crohn's disease re
turns towards normal when the oral 
contraception 1s discontinued. Mecha
nisms of this association are unknown. 

A number of dietary items, such as 
milk, formula feeding, fibre and refined 
sugar, have been investigated as possi
ble environmental factors. The results 
of the studies have been conflicting. No 
single item can be convincingly shown 
to play a significant etiological role. 

The etiopathogenesis of IBO remains 
as elusive today as it <lid 60 years ago, 
despite intensive research efforts over 
the ensuing time. Infectious, genetic, 
allergic, psychogenic and immunologi
cal theories have been postulated over 
the years, but none is supported by ade
quate or convincing evidence. The two 
most popular theories remain the infec
tious and the immunological theories. 

To date, no bacteria, fungus or virus 
has been consistently isolated from pa
tients with ulcerative colitis. T ransmis
sion studies have been unsuccessful. 
Microbiological studies have also failed 
to reveal a specific etiological agent for 
Crohn's disease. Bacteria-free filtrates 
of Crohn's disease tissue were reported 
to produce granulomatous reactions in 
the footpads of mice and in the intes
tines of rabbits. Furthermore, these le
sions could be transmitted from animal 
to animal. Other workers were unable 
to duplicate these findings and the 
transmissible agent was never identi
fied. Viral studies have either been un
rewarding or have yielded a variety of 
RNA or DNA viruses, none of which 
has been convincingly associated with 
Crohn's disease. Histological features of 
Crohn's disease suggest that a mycobac
terium might be involved. Chiodini 
and colleagues (9) suggested an etio
logical relationship between Crohn's 
disease and a mycobacterium resem
bling paratuberculosis, which was iso
lated from a number of their patients. 
However, the mycobacterium has only 
been isolated from a relatively small 
number of patients and attempts at iso
lation and transmission have not been 
consistently successful. 

Despite the failure to fulfil Koch's 
postulate for a causative agent, bacteria 
may play a significant role in the 
etiopathogenes1s of IBO. Intestinal bac-

teria contain peptides and cell wall 
polymers with potent inflammatory and 
immunoregulatory properties. These 
products are capable of producing acute 
intestinal inflammatory change!. in ex
perimental animals. These inflamma
tory agents may pass through the bowel 
wall in patients with IBO because of 
increased intestinal permeability. 
While not causative, bacteria and their 
products may amplify and perpetuate 
the intestinal damage. 

The h1stolog1cal features of IBO, in
cluding infiltration with plasma cells, 
lymphocytes, macrophages and acute 
inflammatory cells, and the absence of 
any obvious infectious agent, led to the 
suggestion that abnormal immune re
sponses were directed either against 
gut-associated antigens such as the nor
mal bacteria flora or against the intesti
nal mucosa. A number of immunological 
abnormalities occurs in both ulcerative 
colitis and Crohn's disease patients. 
These abnormalincs include: high titres 
of antibodies to colonic epithelial cells; 
antibodies to cross-reacting antibacte
rial antigens; cytotox1city of circulating 
lymphocytes for colonic epithelial cells; 
abnormalities of immunoglobulin and 
complement patterns; decreased re
sponse of circulating lymphocytes to 
mitogenic stimulation; variable degrees 
of anergy to tuberculin and other anti
gens; and circulating antigen-antibody 
complexes. It is probable that these ab
normal immune responses are the result 
of the disease process and do not repre
sent et1opathogenic factors; however, 
these issues remain unresolved and the 
subject of ongoing research. 

The role of inflammatory mediators 
in the etiopathogenesis of IBO has gen
erated recent interest. The tissue re
sponses seen in IBO, such as infiltration 
with inflammatory cells, vasodilation, 
and plasma exudation, might be the 
result of locally synthesized chemical 
mediators. The metabolites of arachi
donic acid are potent chemical media
tors. increased tissue levels of 
prostaglandins have been demonstrated 
in acute experimental colitis and in IBO 
patients. Initially it was thought that 
inhibition of prostaglandins by sul
phasalazine and 5-aminosalicylic acid 
(5-ASA) was the method of action of 
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these drugs. l lowevcr, treatment with 
potent inhibitors of prostaglandin syn
thesis, such as in<lomerhacin, afforded 
no beneficial effect in IBO patients. 
Furthermore, sulphasalazine and 5-
ASA, effective drugs in the therapy of 
IBO, have very weak and inconsistent 
inhibitory action on prostaglandin syn
thesis. These findings suggest that pro
staglandins play no significant role in 
the mucosa! inflammatory response m 
IBO. Recent studies have shown that 
IBO patients synthesize a number of 
other metabolites of arachidonic acid in 
increased amounts. These include the 
potent chemotactic agent leukotriene 
84. The synthesis of leukotrienes is in
hibited by sulphasalazine and 5-ASA. 
The importance of these inflammatory 
mediators remains to be clarified. 

IBO was once considered a psycho
somatic disorder. The evidence sup
porting this theory was derived from 
retrospective and anecdotal reporting 
of the frequent occurrence of repressed 
hostility and dependency in IBO pa
tients as well as an association between 
relapses of the disease and emotional 
traumatic events. More controlled stud
ies have challenged these views. There 
now appears to be no higher incidence 
of psychiatric abnormalities in IBO pa
tients than in the control population. 
Emolional traumatic events preceding 
an attack of ulcerative colitis occur in 
fewer than 20% of patients. As is true 
in any chronic debilitating disease, psy
chological and social factors are often 
prominent and require treatment. 

Truelove (10) described antibodies 
to milk in patients with ulcerative coli
tis and suggested that these may have 
an etiological role. These have sub
sequently been shown to be no more 
common in ulcerative colitis patients 
than in the general population. Fur
thermore, there is no correlation be, 
tween levels of milk antibodies and 
severity or relapses of ulcerative colitis. 

It is tempting to speculate that poly
genie inheritance provides the back
ground in an individual in whom IBO 
may develop. Bacterial, viral or some as 
yet unidentified environmental fac
tor(s) might be the initiating agent 
which sets up an abnormal immune re
sponse in the gastrointestinal tract. 
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Bacterial peptides, cell wall polymers 
and inflammatory mediators all play a 
role in the tissue response. Increased 
intestinal permeability allows rhe en
trance of various noxious substances 
into the mucosa and results in many of 
the abnormal immune responses identi
fied in IBO. The initiating process re
sults in the spectrum of pathological 
manifestations in the gastrointestinal 
tract. Those chat develop transmural 
granulomatous lesions, that is Crohn's 
disease, also tend to have small bowel 
involvement, whereas those that de
velop a mucosa! disease alone have ul
cerative colitis. Unfortunately, there is 
no evidence co support the above uni
fying hypothesis. 

PATHOGENESIS OF IBO 
Ulce rative co liti s may occur 

abruptly in a small percentage of pa
tients but more usually it starts insidi
ously. The disease may present as 
proctitis, proctosigmoiditis or a pan 
proctocolicis. ln ulcerative proctitis the 
inflammation is confined to the rectum. 
The patients present with intermittent 
rectal bleeding. They usually have nor
mal bowel habits or even constipation 
and do not have any systemic manifes
tations of the disease. In proctosig
moiditis the inflammation spreads 
proximally in continuity from the rec
tum to the sigmoid and left colon. Com
mon symptoms include diarrhea, with 
the passage of blood or mucus, lassitude 
and fever; systemic symptoms may oc
cur but are rare. In pan proctocolitis the 
entire colon is involved in continuity. 
The symptoms include the passage of 
fragmented loose stools, blood and mu
cus intimately mixed with the stools, 
rectal urgency, tenesmus and systemic 
symptoms such as anorexia, malaise, fe
ver, weight loss and tachycardia. 

Crohn's disease also is strikingly 
variable in its severity and manifesta
tions. ln 20% of cases the onset is 
abrupt, in the rest the onset is insidious. 
Most patients have recurrent sympto
matic episoJes with gradual progression 
of the disease. ln some the course is 
rapidly progressive and in others the 
disease may become apparent only with 
manifestation of one of the late compli
cations. The clinical manifestations de-
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pend on the site and the extent of bowel 
involvement. The disease has a predi
lection for the terminal ileum. 

The typical patient is a young adult 
with persistent, though not severe, di
arrhea accompanied by fever, right 
lower quadrant abdominal pain, ano
rexia, nausea and vomiting. Examina
tion reveals tenderness in the right 
lower quadrant and perhaps a palpable 
sausage-shaped mass of matted loops of 
bowel. The symptoms may persist for a 
few weeks and subside spontaneously 
only to recur again in a few weeks or 
months. Other modes of presentation 
include pain resembling acute appendi
citis, recurrent periumbilical and right 
lower quadrant pain, obstructive in 
character and with associated nausea 
and vomiting. With more extensive 
small bowel involvement there may be 
steatorrhea with weight loss, anemia 
and other signs of malabsorption. 

Crohn's col itis occurs in approxi
mately 30% of patients. The clinical 
presentation is often insidious with 
nonbloody diarrhea, ab<lominal pain, 
fever, weight loss and anemia. Al
though rectal bleeding is not as com
mon as in ulcerative colitis, it occurs in 
about 40% of patients with Crohn's dis
ease of the colon. Anorectal disease is 
extremely common, occurring in 80% 
of patients, and consists of ulcers with 
or without fissures or superficial and 
deep fistulas. The ulceration and fistuli
zation may erode and destroy the inter
nal and external sphincters. 

COMPLICATIONS 
A number of complications occur in 

patients with IBO. Some of these are 
similar for both ulcerative colitis and 
Crohn's disease . The complications 
may be divided into local or intestinal 
complications, and extraintestinal or 
systemic complications. 

The most important local or intesti
nal complication is the development of 
cancer. The risk of developing cancer 
in ulcerative colitis is dependent on the 
extent of the disease involvement of the 
bowel and the duration of the disease. 
In patients with total colonic involve
ment the risk of developing cancer in 
the fi rst eight to 10 years is not signifi
cantly greater than that of the general 

population. After 10 years the risk in
creases by 0.5 to l % per year and is 
accumulative. This risk is significant 
and the present policy is to advise sur
veillance colonoscopy with multiple bi
opsies from suspicious lesions and from 
every 5 to 10 cm of the normal bowel 
looking for dysplascic lesions. Surveil
lance colonoscopy should start at eight 
to 10 years. The incidence of cancer is 
also increased in Crohn's disease al
though to a lesser extent than in ulcera
tive colitis. The role of surveillance 
colonoscopy in this setting is as yet un
determined. 

Other local or intestinal complica
tions include stricture formation and 
acute or chronic obstruction. This oc
curs commonly in small bowel Crohn's 
disease but may also occur in Crohn's 
colitis. Benign strictures of the colon 
may occur in up to 10% of patients with 
ulcerative colitis. In these cases it is 
important to exclude malignancy. In 
Crohn's disease, fist ulas may occur 
between areas of diseased bowel and 
normal bowel (enteroenteric or encero
colic), and between bowel and bladder 
(enterovesical), vagina (enterovaginal) 
or skin (enterocutaneous). 

The extraintestinal complications 
have been classified into three main 
categories. The first group are primarily 
colitis-related and include manifesta
tions involving the joints, skin, eyes 
and mouth. The second group are small 
bowel related and include malabsorp
tion, nephrolithiasis, and cholelithiasis. 
They occur almost exclusively in 
Crohn's disease. The third group is non
specific and includes hepatobiliary 
complications, amyloidosis and hy
dronephrosis. 

Arthritis is the most common ex
traintestinal manifestation of IBD and 
occurs in up to 25% of patients. A mi
gratory asymmetrical, seronegative, pe
ripheral arthritis called 'coli t ic' arthritis 
is observed in 15 to 20% of IBO pa
tients. It affects the knees, hips, ankles, 
wrists and elbows in decreasing fre
quency. Attacks of coli tic arthritis tend 
to occur when the IBO is active. 

Sacroileitis occurs in up to 10% of 
IBO patients. Ankylosing spondylitis is 
seen in 6% of patients, and occurs with 
equal frequency in patients with ulcera-
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tive colitis and Crohn's disease. Ninety 
per cent of patients with IBO and anky
losing spondylicis are associaceJ with 
HLA B27 antigen. Unlike colitic ar
thritis, ankylosing sponJylitis and 
sacroile1tis may antedate the bowel 
symptoms and progress independently 
of the activity of the IBO. 

Clubbing of the fingers occurs more 
commonly m Crohn's disease than in 
ulcerative colitis. Eye complications oc
cur in up to 10% of palients, and in
cluJe episclern1s, uveitis, 1rit1s and 
cataracts. There 1s an association be
tween the iritis, arthritis and disease 
activity in Crohn's disease patients. 

Skin and mucus membrane involve
ment occurs in up to 10% of IBO pa
tients and include erythema nodosum, 
pyoderma gangrenosum (l to 4%) and 
aphthous ulcerations of the mouth tn 

Crohn's disease (less frequently in ul
cerative colitis). 

l lepatobiliary complications occur 
with varying reported frequency in IBO, 
depending on the source of the data. 
Many of the complications are asymp
tomatic with minimal or no biochemi
cal abnormalities. Fatty liver and 
pericholangitis arc the most common 
lesions identified on liver biopsy. With 
the advent of endoscopic retrograde 
cholang1opancreatography (ERCP) a 
significant number of patients with 
pericholangitis have been found to 
have sclerosing cholangitis. Most of the 
cases of sclcrosing cholangicis occur in 
ulcerative colitis and appear to be an 
unusual finding tn Crohn's disease. 
Nevertheless, increasing numbers of 
cases arc being described in Crohn's 
disease patients. Other hepatobil iary le
sions include chronic active hepatilis, 
granulomas, bile duct carcinoma, amy
loidosis, and occlusion of the portal and 
hepatic veins. 

Cholclithiasis occurs in up to I 5% of 
patients with Crohn's disease of the ter
minal ileum or in patients who have 
had an ileal resection. 

Nephrolichiasis Jue to oxalate 
stones occurs in patients with Crohn's 
disease of the terminal ileum or follow
ing resection of the terminal ileum. 

Hematological abnormalities are 
common in IBD patients. Iron defi
ciency anemia Jue co blood loss is lhe 

most common type of anemia seen. 
Macrocytic anemia may occur due to 
folate deficiency as a result of sul
phasalazine therapy or to impaired B12 
absorption in Crohn's disease of the 
tenninal ileum. Anemia of chronic dis
ease occurs in both ulcerative colitis 
and Crohn's disease. 

Growth retardation with delayed 
sexual maturation is a seriow, complica
lion of Crohn's disease and, less fre
quently, ulcerative colitis. Prompt 
treatment of the IBO and appropriate 
nutritional replacement are imperative 
to prevent this disastrous complication 
from occurring. 

DIFFERENTIAL DIAGNOSIS 
OFIBD 

The diagnosis of IBO is based on a 
good history and physical examination, 
sigmoidoscopic appearances of the 
bowel, rectal biopsy, bacteriology and 
radiology. Disorders from which IBO 
must be differentiated include the spe
cific colitides such as infectious colitis, 
antibiotic-associated colitis, radiation 
colitis, ischemic colms, carcinoma of 
the colon, toxic or traumatic colonic 
injury, uremia and, on occasion, irrita
ble bowel syndrome. The importance of 
establishing the correct diagnosis in 
each and every case cannot be overem
phasized. 

One of the disorders from which IBO 
must be distinguished 1s infectious coli
tis. In most instances infectious colitts 
is a self-limited disease lasting less than 
nne week and requiring only supportive 
treatment in lhe form of fluid replace
ment. There is no need for specific 
agents as useJ m IBO, nor arc there any 
long term implications. Bacterial caw,es 
of infectious colitis, such as salmonella, 
shigella, campylobaccer, yersinia and 
Escherichia coli, can be confirmed in 
48 h by stool cultures. With parasitic 
infections such as amoebias1s or giardi
asis, microscopy of the stool - or of 
duodenal aspirate in the case of giard1-
asis - is important. 

Sigmoidoscopy will confirm acute 
colitis but will not distinguish between 
IBO and infectious colitis. An acute 
inflammatory infiltrate with cryplitis 
may be seen in both IBO and infectious 
colitis; however, more chronic changes, 
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such as crypt Jistonion, regeneration 
and atrophy, arc usually abscnl in infec
tious colitis. Pseudomembranous colitis 
secondary to Clostridium difficile and as
sociated with recent antibiotic therapy 
may mimic severe ulcerative colitis and 
require assay of the stool for C difficile 
cytotoxin. The finding on sigmoi
doscopy of typical pseudomembranes 
confinned by histology would help to 
distinguish pseudomembranous colitis 
from IBO. 

Acute self-limiteJ colitb also occurs 
in homosexuals. Here the infecting 
agents not only include those seen in 
the heterosexual population but also an 
increased prevalence of Ne1sseria gonor
rhoea, Treponema palidum, Chlamydia 
trachomaious, herpes genitalia and cy
tomegalovirus. These infections may 
occur singly or in combination, and 
give rise co symptoms and sigmoi
doscopic ev1Jence of colitis or procto
colitis which muse be distinguished 
from IBD. lmmunocompromised pa
tients and patients with the acquired 
immunodeficiency syndrome (AIDS) 

may have acute or chronic diarrhea due 
to a number of opportunistic infections 
including parasitic infections such as 
cryptosporidium, lsospora beUi, Giardia 
lamblia and Entamoeba hystoUtica; bacte
n al infections such as salmonella, 
shigella, yersinia and campylobacter; 
and viruses such as cytomegalovirus and 
herpes simplex. 

IBO i:, usually readily distinguished 
from radiation colitis by the history of 
previous radiation therapy and the sig
moidoscopic and histological findings 
on rectal biopsy. Similarly, IBO is easily 
differentiateJ from carcinoma of the 
colon. 

Differentiation from ischemic coli
tis, particularly in the older age group, 
is sometimes a challenge. In the classic 
case of acute abdominal pain followed 
by bloody diarrhea with typical radio
logical findings of thumb printing and 
the colonoscopic findings of mucosa! 
edema and purpura, differentiation 
from ulcerative colitis or Crohn's dis
ease is relatively easy. However, in the 
subacute or more chronic case of is
chemic colitis the diffcremiation from 
etcher ulcerative colitis or, more often, 
Crohn's disease 1s mdccJ difficult. The 
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disease may be patchy in nature and is 
often associated with chronic, deep ul
cers resembling Crohn's disease. His
tologically the findings may be similar 
to C rohn's disease; however, the find
ing of hemosiderin-laden macrophages 
is suggestive of ischemic colitis. 

Usually there is li ttle difficulty in 
distinguishing IBO from irritable bowel 
syndrome. In the latter condition the 
patient complains of abdominal pain 
associated with alternating constipa
tion and diarrhea. Symptoms are rarely 
nocturnal, are not associated with sys
temic symptoms such as fever, weight 
loss or extraintestinal manifestations of 
IBO, and usually there is no blood in the 
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